Three alcoholic patients are reported who presented with pancytopenia and macrocytosis due to acute folate deficiency. While folate deficiency is a common finding in alcohol abusers due to abnormalities in diet, intestinal absorption, internal metabolism and excretion, this life-threatening complication has not been well documented.
Introduction
A low serum or red cell folate is a frequent finding in chronic alcoholics who may or may not have megaloblastic anaemia. Although pancytopenia due to folate deficiency has been reported as a complication of intravenous nutrition and haemodialysis it has not been well documented in alcoholics with liver disease. We report the cases of three patients who were admitted within an 18 month period with severe pancytopenia and low or undetectable red cell folate levels. Two of the patients were known alcoholics and the other, who initially denied alcohol ingestion, was later readmitted with alcoholic hepatitis.
Case reports Patient 1 A 37 year old woman was admitted in November 1983 with a three month history of malaise, anorexia and weight loss. She had become increasingly dyspnoeic and had experienced fever, urinary frequency and haematuria. Her only drug therapy was amitryptyline and she claimed only occasional alcohol intake.
On examination she was ill, anaemic with multiple bruises, ulcerated bleeding gums, and oral candidiasis. Other signs were hepatomegaly, generalized muscle wasting and a retinal haemorrhage in the right eye.
Blood analysis revealed pancytopenia with a haemoglobin of 4.6 g/dl, white cell count of 1 Treatment was with antibiotics, platelet and blood transfusions, oral folic acid and vitamin B12 injections. A reticulocyte count of 28% was achieved 10 days after admission, with a white cell count of 16 x 109/1 and platelets of 246 x 109/l (see Figure 1) .
Jejunal biopsy, small bowel barium follow-through and gastroscopy were normal and liver biopsy confirmed changes characteristic of alcohol abuse. Reversible sideroblastic anaemia with haemoglobins ranging from 6.0 to 10.0 g/dl was detected by Hines in 13 severe alcoholics, all of whom had megaloblastic marrows and low levels of potassium, magnesium and folate.8 In a study of 65 acutely ill alcoholics in the United States, 28 had megaloblastic haemopoiesis due to folate deficiency. Six patients had thrombocytopenia and two of these had white cell counts ofless than 5 x 109/l that returned to normal on folic acid treatment. In general these 28 patients drank more and had a poorer diet. Seven of the 9 reported deaths occurred in this group. 9 Acute folate deficiency leading to megaloblastic haemopoiesis, pancytopenia and sometimes spontaneous bleeding has been reported in patients receiving peritoneal dialysis,10 those on intensive care, 11' 12 and those receiving intravenous nutrition13 and folic acid supplements are recommended. In 3 patients reported by Wardrop"3 who received intravenous aminoacid/ethanol nutrition (equivalent to half a bottle of spirits per day) pancytopenia developed between 3 and 36 days in the presence of normal red blood cell folate but low serum folate.
Our experience suggests that chronic alcoholics with liver disease, who are frequently folate deficient, are at risk of life-threatening pancytopenia. Current knowledge suggests that the risk is highest when a dietary folate deficiency is combined with a severe disturbance of internal folic acid metabolism and acutely increased urinary folate loss as might be produced by binge drinking.
